Previous studies have shown that ruminants are more resistant to mycotoxin poisoning than monogastric animals (6) , while preparations of whole rumen ingesta have been shown to be capable of degrading T-2 toxin (4), deoxynivalenol (5) , zearalenone (4) , and ochratoxin (3, 4) . These data support the theory that the rumen is responsible for conferring a degree of mycotoxin resistance in ruminants. Pure cultures of certain rumen bacteria were capable of degrading T-2 toxin to HT-2 toxin, T-2 triol, and , in some cases, neosolaniol (11) . In addition (11), a protein preparation isolated from the membrane fraction of Butyrivibrio fibrisolvens CE51 was able to degrade T-2 toxin to HT-2 toxin and T-2 triol.
In the present study, the toxicity of a number of different mycotoxins for B. fibrisolvens CE51 was investigated, and toxin degradation was monitored.
The methods used in monitoring the effect of mycotoxins on bacterial growth rate have been described elsewhere (11) . Aflatoxin analysis was performed by the method of Berry et al. (1) (2) showed that 40% of the added aflatoxin B1 was degraded. However, because it has been shown that diet (7) and time of sampling (9) affect rumen microbial composition and numbers, a direct comparison of these results cannot be made because of differences in diets, time of sampling of rumen fluid, toxin concentration, or incomplete data concerning any of these parameters. The results obtained in the present study (Table  1) showed that these strains of B. fibrisolvens, one of the predominant rumen bacteria, could not detoxify aflatoxin B1. Assuming that microbial activity is solely responsible for toxin degradation within the rumen, this would indicate that diet may play an important role in conferring aflatoxin B1 resistance in ruminants and may explain differences in previous in vitro studies (2, 8) .
Further studies were conducted with only B. fibrisolvens CE51. None of the mycotoxins tested effected any notice- Acetyl T-2 toxin  29  10  0  0  T-2 toxin  23  8  4  HT-2 toxin  7  0 able change in the growth rate of this bacterium (Table 2) , but all were degraded to greater or lesser extents. The breakdown products ofzearalenone, verrucarin A, diacetoxyscirpenol, and deoxynivalenol were not identified because of a lack of suitable standards; however, acetyl T-2 toxin was degraded to T-2 toxin and HT-2 toxin; T-2 toxin was degraded to HT-2 toxin, T-2 triol, and neosolaniol; and HT-2 toxin was degraded to T-2 triol (Table 3 ). In another study (11) , the presence of two enzymes with different substrate specificities was postulated to explain the production of HT-2 toxin, T-2 triol, and neosolaniol from T-2 toxin by B.
fibrisolvens CE51. We propose that we were unable to detect neosolaniol as a degradation product of acetyl T-2 toxin and T-2 triol because the concentrations present were below the detection limits of the method. It is possible that the enzyme responsible for the deacetylation of T-2 toxin is a fairly nonspecific esterase that may also deacetylate diacetyoxyscirpenol to monoacetoxyscirpenol (4). In previous in vitro studies with zearalenone, this toxin was degraded to zearalenol (3), while in similar studies, deoxynivalenol was degraded to a de-epoxidation product (5) . In many cases, the breakdown products are less toxic than the parent compound either by virtue of increased polarity and therefore decreased cell permeability or by removal of a toxic functional group.
Because B. fibrisolvens can deacetylate T-2 toxin and some of its derivatives, this particular bacterium may play an important role in increasing the resistance of ruminants to trichothecene toxicity. It is not possible to assess the degree of importance until studies have been conducted with other major rumen bacteria, but these results indicate that diet may play an important role in determining toxin resistance inruminants by regulating the relative numbers of bacteria capable of toxin degradation.
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